Twenty-five single infestations with Giardia lamblia cysts were treated and 10 (40o) were cured. A further 13 children who also harboured worms were treated and four responded, and thus the overall cure rate was 37.0o
The survey yielded no evidence of drug toxicity or intolerancediarrhoea, nausea, anorexia-on direct questioning. We were unable to do blood or biochemical studies on the children but there was nothing in the literature to suggest that such tests would have been justified.
Discussion
Our results seem highly promising and generally agree with those of other studies. Summary Peripheral nerve conduction velocities were measured in 20 patients with acute intermittent porphyria and five with variegate porphyria and in 25 controls matched for age and sex. None of the porphyric patients had acute symptoms on examination, and nine had never had symptoms. Compared with the controls, patients had a significantly slower conduction velocity of the slower motor fibres of the ulnar nerve (P <0 001) and a slower sensory conduction velocity of the ulnar and median nerves (P <0 05). There was no significant difference between the patients and controls in the maximum The findings showed no correlation with age, sex, type of porphyria, the excretion of porphyrin precursors or porphyrins, or the level of uroporphyrinogen-I-synthetase activity in the red blood cells.
Discussion Results
The conduction velocities of the arm nerves were slower in the patients than in the controls (table I), the differences being significant for the C.V.S.F. of the ulnar nerve (see fig.) (P<0-001) and the S.C.V.s of both the median and ulnar nerves (P <0-05). Also, the distal latency of the median nerve was significantly longer in the patients (table II) . Nerve conduction velocities were also analysed separately for groups 1 and 2. C.V.S.F. showed a similar distribution in both groups. Though the mean M.C.V.s and S.C.V.s were lower in group 2 the difference between the groups was not significant.
Electromyographical changes compatible with neuropathy were shown in eight of the nine patients studied. Five showed denervation potentials-namely, fibrillations-while the remaining three showed only neurogenic changes in the motor units or fasciculations. The only patient electromyographically normal was in group 1. In this study neurophysiological abnormalities were found in symptomless porphyric patients. Abnormalities in the C.V.S.F. were evident also in porphyric patients who had never had symptoms. This suggests the existence of peripheral neuropathy in patients with hereditary hepatic porphyria who have never had acute attacks. In acute porphyria, even with neurological manifestations, M.C.V.s have been reported as mostly normal8 6 or rapidly reversible.10 M.C.V. is insensitive in detecting slight, especially axonal neuropathy. Neuropathy in latent porphyria is mild because the less sensitive M.C.V.s are mainly normal, and pathological values were noted in measurements known to be sensitive. S.C.V. is slowed earlier than M.C.V. also, for example, in diabetic and uraemic neuropathy," and a slowing of the C.V.S.F. together with a prolongation of the motor distal latency of the median nerve are strongly indicative of subclinical lead neuropathy.3 Porphobilinogen in "porphyric" concentrations causes in vitro inhibition at neuromuscular junctions.'2 Possibly porphyrin precursors themselves are toxic and the cause of symptoms in acute porphyria."3 14 Our results do not support this view, since a slowed C.V.S.F. was also found in patients with only slightly raised or even normal porphobilinogen excretion.
The similarity of our findings with those of a study of subclinical lead poisoning3 are unlikely to be coincidental and illustrate the need to search for common mechanisms in these diseases.
We express our sincere thanks to Dr. Pentti Koskelo for his advice on the preparation of the manuscript. The heart weighed 525 g; the ventricles were considerably thickened, and their cut surfaces were gritty. The kidneys were moderately atrophied, with numerous small (1-3 mm) stones in the calices and throughout the parenchyma. The retia testes had gritty cut surfaces.
Paraffin sections were stained with haematoxylin and eosin. Sections of psoas and gastrocnemius muscle were stained for lactate dehydrogenase, reduced diphosphopyridine nucleotide diaphorase,5 and myosin adenosine triphosphatase.6 Teased nerve preparations were made from sciatic and peroneal nerve, and were stained with 1% osmium tetroxide.7 Oxalate crystals were shown in sections using polarized light. They had the appearance of broken plates or of sheaves and rosettes of needles.
Heavy deposits of calcium oxalate crystals were seen throughout the renal parenchyma, the retia testes, the myocardium, and the media of the aorta and arterioles in all organs except the brain and meninges. Moderate deposits were present in the seminiferous tubules, thyroid, and voluntary muscle. Sparse deposits were present in the bronchial cartilage, bone marrow and trabeculae, parathyroids, pancreas, prostate, gastric submucosa, and choroid plexus. Sections of psoas and gastrocnemius muscle showed deposits within the endomysium which were surrounded by prominent foreign-body granulomata. The arterioles of these muscles contained deposits within the media and the intima; marked intimal proliferation had often occluded the lumen. Groups of muscle fibres showed typical neurogenic atrophy ( fig. 1) . Parts of the muscle showed ischaemic changes.
Teased nerve preparations of both sciatic and peroneal nerve showed deposits of calcium oxalate within the endoneurium. Single leaflets of crystals tended to lie in the longitudinal axis of nerve fibres ( fig. 2 ) and many axons contained multiple crystals along their length. 
